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To the Editor,

The prevalence of hereditary thrombotic risk
factors shows marked ethnic and geographic
variations. Hereditary disorders predisposing for
thrombosis are not only antithrombin, protein C and
protein S deficiencies, but also hereditary defects
such as factor V 1691 G-A (Leiden) (FVL) and
prothrombin 20210 G - A mutations [1,2]. FVL causes
activated protein C resistance and is the most
common thrombophilic mutation worldwide [3].
Guanine to adenine change leads to a replacement of
glutamine with arginine at amino acid position 506. It
is most prevalent among Caucasians but not found in
the Japanese and Africans [1-3]. FVL frequency in the
Turkish population has been reported from different
parts of Turkey. Overall frequency was reported to be
8% [4]. FVLis believed to have originated somewhere
close to Anatolia approximately 20,000 years ago, and
the existence of mutation in this geography is expected
to be high [5]. Urartu, one of the ancient civilizations
in Anatolia, was an Iron Age kingdom, centered on
Van Lake in Eastern Turkey. In the study of Dogan
Alakoc et al. [5], 60 teeth from the excavations of Van

Yoncatepe fortress were subjected to DNA analysis.
Ofthetotal 60 samples, one male sample demonstrated
a positive amplification result for FV gene and was
found to be heterozygous for FVL.

As there is no report on the prevalence of FVL in
the population in the Van region of Turkey, we aimed
to determine the prevalence in that province.

A total of 100 healthy children were studied. The
mean age of the 100 subjects was 9.08+5.94 years,
and 49 (49%) were males and 51 (51%) fermales. A
written consent was obtained from their parents. The
frequency of FVL was determined as 9%.

FVL frequency is about 3% to 10% in Europeans,
but the FVL mutation is rare in East and/or Southeast
Asian populations; however, it has been determined
at high frequencies in Azerbaijan and Kyrgyzstan
populations [6-9].

Wide variations in the frequency of FVL have been
reported in different surveys carried out in many
countries, depending on the geographical location
and the ethnic background of the population. In
Caucasian populations, the carrier frequency of FVL
was reported to be 2-15% [4]. The highest prevalence
rates were obtained in Mediterranean countries [3-7].
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The rates from different regions of Turkey and our
results showed similar frequencies.

The high prevalence of the mutation in the Middle
East leads to the possibility that the founders of the
FVL mutation lived around this region [10]. Another
study on population genetics of the mutation showed
that during the Neolithic period, FVL in Europe had
probably expanded from Turkey, Anatolia [6]. One
more clue to this statement is the presence of FVL in
Urartians [5].

In conclusion, according to the results of this study,
FVL prevalence is quite high and not rare in the
population of the Van region of Turkey.
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